SUMMARY The possible role of cows' milk protein in prolonging diarrhoea in very young infants with acute infective enteritis was studied in 14 infants, 9 under the age of 2 months and 5 older than 6 months. Bacterial pathogens were isolated from the stools of 4 infants from the younger age group. After appropriate initial treatment the infants were maintained on a cows' milk protein-free formula. 6 weeks later jejunal biopsies were performed before and 24 hours after challenge with a low lactose cows' milk protein formula. The immunoglobulin and complement levels in the serum and duodenal juice were also estimated at these times. Attempts to isolate bacterial and viral pathogens in stools were again made in all patients. The 5 older infants clinically tolerated cows' milk protein and their pre-and postchallenge jejunal biopsies were within normal limits. However, significant histological changes were observed in the postchallenge jejunal biopsies of all 9 infants under 2 months of age. In addition, 5 of these infants developed diarrhoea. This suggests that the jejunal mucosa of very young infants previously fed a cows' milk protein-based formula and who contract infective enteritis suffers damage when rechallenged with cows' milk protein.
There is general agreement that diarrhoea occurring in the first weeks of life is frequently prolonged and more hazardous than at any other period. The important factors responsible for this include the nature of the infection and the response of the young infant to infection, the frequency of sugar intolerance in young infants with infective enteritis (Burke et al., 1965; Lifshitz et al., 1971) , dehydration and electrolyte imbalance which occur more rapidly in the smaller infant and which require great precision in the insertion, maintenance, and monitoring of intravenous infusions, and the prior nutritional status of the infant (Lifshitz et al., 1971) .
We believe that feeding with a cows' milk proteinbased formula before the onset of acute infective enteritis is an additional factor in prolonging diarrhoea. Harrison et al. (1976) (Kamath and Murugasu, 1974) . The following jejunal biopsies were performed: (a) prechallenge, and (b) postchallenge; this was performed 24 hours after the *0-07 % lactose after reconstitution.
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Results
Fourteen infants were studied, 9 under 2 months of age and 5 over 6 months. The latter 5 infants clinically tolerated cows' milk and their pre-and postchallenge jejunal biopsies were within normal limits. Significant mucosal changes were, however, observed in the postchallenge compared to the prechallenge jejunal biopsies from all the 9 infants under 2 months. In addition, 5 of these 9 infants developed diarrhoea. In 4 infants bacterial pathogens were isolated from stools during their initial admission and were still present at the time of the challenge studies 6 weeks later. The clinical and histological data of the 9 infants are summarised in Tables 1 and 2 . The results of the immunological studies will be reported in full later.
Discussion
The 9 infants studied were all below the age of 6 weeks and had made a complete clinical recovery from an episode of acute infective enteritis. A small bowel biopsy taken 6 weeks after clinical recovery showed either normal histology or changes regarded as only marginally abnormal. A further biopsy taken 24 hours after the reintroduction of a cows' milk formula (Al 110) showed mucosal damage in all 9 infants. In addition, 5 infants developed diarrhoea, 3 within 48 hours, and 2 at 1 week and 2 weeks respectively after challenge and while receiving a cows' milk-based formula. All 5 responded satisfactorily when cows' milk protein was excluded from their diets. It is our belief that the mucosal changes shown in these infants are the result of re-exposure to cows' milk protein.
In 4 of the infants bacterial pathogens were isolated from stools and were still present 6 weeks later despite clinical recovery (Table 2) . However, it is extremely unlikely that the change of milk formula would have provoked bacterial activity and mucosal damage within 24 hours-the time interval between the two biopsies. Furthermore, in 5 infants bacterial pathogens were not isolated at any stage.
Sugar intolerance was carefully excluded as an aetiological factor at the onset of the study and was excluded throughout the recovery period by testing of stools for reducing substances using the method of Kerry and Anderson (1964) . Reducing substances were found in the stools of one infant when the cows" milk-based formula was introduced. As the quantity of lactose contained in Al 110 is less than 0-07%, it is unlikely that this small quantity of (Liu et al., 1967) . On the basis of this limited study we suggest that small infants who have been fed a cows' milk formula before the onset of acute infective enteritis should be fed a non-cows' milk protein formula and thisshould becontinuedforsome weeks afterrecovery. It is clear that further work is necessary to confirm these observations, and if confirmed, to establish the actual incidence. We have duplicated this study in a small group of 5 infants over the age of 6 months but could detect no evidence of either clinical disease or histological changes in the bowel mucosa. This further confirms our clinical experience that older infants tolerate cows' milk protein in the refeeding regimen after acute infective enteritis.
